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INTRODUCTION
Numerous studies demonstrate that acute sympathetic nervous system activation leads to a transient catecholamine-induced leukocytosis (Benschop, Rodriguez, & Schedlowski, 1996, for review). Whether studies use an exercise paradigm, psychologic stressors, agonist infusions, or receptor antagonists, the findings consistently identify the b 2 -adrenergic receptor as a mediator of this phenomenon (Benschop et al., 1996; Crary, Hauser, Borysenko, Kutz, Hoban, Ault, Weiner, & Benson, 1983; Van Tits, Michel, Grosse-Wilde, Happel, Eigler, Soliman, & Brodde, 1990; Schedlowski, Hosch, Oberbeck, Benschop, Jacobs, Raab, & Schmidt, 1996; Mills, Berry, Dimsdale, Nelesen, Ziegler, & Kennedy, 1995; Maisel, Harris, Reardon, & Martin, 1990; Kiecolt-Glaser, Cacioppo, Malarkey, & Glaser, 1992) .
Cellular adhesion molecules (CAMs) are cell-surface receptors responsible for mediating adhesive intercellular interactions among leukocytes and between leukocytes and the vascular endothelium (Bevilacqua, 1993; Springer, 1990, for review) . Adhesion is accomplished through a cascade of events involving at least three families of CAMs: the selectins, the integrins, and the immunoglobulin-related CAMs (Bevilacqua, 1993; Springer, 1990) . L-selectin, found on the surface of most circulating leukocytes, pro-
